INTRODUCTION
Vesicular stomatitis (VS) was first reported in domestic swine (Sus scrofu) in 1943 (Schoening, 1943) . Evidence of VS initially was detected in feral swine during serologic surveys of wildlife in Georgia associated with a clinical outbreak in livestock during 1952 -1954 (Hanson and Karstad, 1956 . In these surveys, feral swine showed a very high prevalence of antibody to VS virus. Similar results were reported during a comprehensive serologic survey for serum neutralizing antibodies to VS virus (VSV) among wild and domestic animals of Ossabaw Island, Georgia (Fletcher et al., 1985) .
Lesions attributable to VS were first suspected in feral swine in June 1957 in four small pigs from Champney Island, Georgia. Although not confirmed by virus isolation, antibodies to VSV were detected in these animals 2 wk after vesicular lesions were observed (Hanson and Karstad, 1959a) . The first isolations of virus from feral swine were made during 1983 from two swine with vesicular lesions on Ossa-baw Island, Georgia (Stallknecht et al., 1985) . To date, all seropositive and culture-positive results in feral swine from the United States have been New Jersey (NJ) serotype.
The high prevalence (86%) of antibodies to VSV in feral swine coupled with a range which conformed to the recognized enzootic areas in the southeastern United States led Hanson and Karstad (1959b) to suggest that swine were "an important factor in perpetuation of VS." Although there has been no additional evidence to prove this, the value of this species as a sensitive indicator of VSV activity has been established through serial bleeding of sentinel wild swine (Hanson and Karstad, 1957; Stallknecht et al., 1985) .
Feral swine are present in 19 states primarily in the Southeast, Southwest, California, and Hawaii. This study reports on a serologic survey of populations of wild swine throughout the United States for VSV antibodies to both New Jersey and Indiana serotypes.
MATERIALS AND METHODS
Wild swine were collected with live traps, catch-dogs, and firearms. Serum was collected from all animals. Swine were assigned to one of four age classes using age criteria described previously for domestic (Sisson and Grossman, 1953) and wild swine (Matschke, 1967 Fig. 1 ). Of these, 382 were examined during necropsy for signs of vesicular lesions. Serologic results are presented in Table 1 . Antibodies to VSV (New Jersey serotype) were observed in five populations in four states, viz., Arkansas, Florida, Georgia, and Louisiana. Within these five populations, antibody prevalences ranged from 10 to 100% with 51.7% of the combined swine within these areas testing seropositive. High antibody titers (I 1:256) were observed in 92% of seropositive swine. Antibody titers varied greatly between and within locations, with lower titers (1:32-1:128) restricted to seropositive swine from St. Marks National Wildlife Refuge, Wakulla County, Florida, and Ossabaw Island, Chatham County (1979), and Rhetts Island, McIntosh County, Georgia. Age class data are presented in Table 2 .
No antibodies to Indiana serotype VSV were detected. No lesions compatible with clinical VS were observed.
DISCUSSION
Antibodies to VSV (NJ) in feral swine were restricted to five locations in the southeastern coastal plain, an area where VS has been reported to be enzootic (Hanson and Karstad, 1956) . Our data would suggest that VSV activity may be very localized since antibodies were detected in only 5 of 32 (16%) coastal plain populations surveyed. This localized distribution of VS has been reported previously during clinical outbreaks in livestock (Jonkers, 1967 1980 1983 1980 1979-198 1 1979-1981 1979-1981 1979-1981 1979 1980 1980 1981 1980 1980 1981 1981 1981 1981 1979 198@ 1979 1980 1980 1980 1980-1981 1981 1984 1985 1985 1980 1983 1985 1983 1985 1985 1985 1980 1980 1980 1979 1980 1980 1980 1984 1985 1979 1985 1985 1985 1985 1985 1979-198 1 1979-198 (Jenney et al., 1970) and from feral swine in 1969 (Jenney and Brown, 1972) and 1978 (Jenney et al., 1980) . Likewise, antibodies to VSV and clinical disease in swine were reported during the mid 1950's from the Altamaha Wildlife Management Area which includes adjacent Rhetts and Champney islands (Hanson and Karstad, 1959a) . It is interesting that despite the persistence of VS within these areas, it has not spread to adjacent populations of swine or white-tailed deer occupying similar habitats (Stallknecht and Erickson, 1986) . This implies either that a precise set of ecological conditions must be met for this virus to exist in a given area or that potential reservoirs would have to be very short-ranged. Variations in prevalences of antibody in the five seropositive populations may be attributable to fluctuations in annual activity or to the seasonal nature of viral activity. Both of these variances have been reported from Ossabaw Island (Stallknecht et al., 1985) . The absence of VSV antibodies in younger age classes collected at St. Marks National Wildlife Refuge and Rhetts Island (Table 2 ) may have resulted from sampling in years of little or no viral activity at these sites. Furthermore, since these populations were sampled during the winter and early spring months, swine less than 8 mo of age may not have had an opportunity for viral exposure. Except for these two areas, antibody prevalence in seropositive populations equaled or exceeded 50%.
In seropositive populations, prevalences were age-related ( Table 2 ) and reached 86% in the 24+-mo age class. In three populations, 100% of swine were seropositive at this age. These high antibody prevalences coupled with observed high titers reinforce previous reports that wild swine represent an excellent indicator species for delineation and detection of VS NJ foci. This age relationship further indicates that age structure of the sample could easily bias prevalence estimates due to antibody persistence.
The absence of lesions was not unexpected. In all, only 54 of 382 necropsied swine were from seropositive herds. This relatively small sample size was taken without regard for the seasonal nature of viral activity (Clower and Mikel, 1953; Hanson and Karstad, 1959b) . Furthermore, as evident by the fact that only two vesicular lesions were observed in 11 1 seroconverting swine on Ossabaw Island, clinical VS can be uncommon even in areas of high viral exposure (Stallknecht et al., 1985) .
The possibility that wild swine are a component in the maintenance cycle of enzootic VS in the Southeast cannot at this point be supported or dismissed. Wild swine generally have a higher prevalence of antibodies to VSV than other mammalian wildlife. Furthermore, extensive serologic surveillance of white-tailed deer populations support the observed localized distribution of VS within the Southeast and to date, all seropositive results from deer came from areas where wild swine were present (Jenney et al., 1970; Jenney and Brown, 1972 ; Stallknecht and Erickson, 1986) . This evidence however is still circumstantial, and if a relationship does indeed exist, it may be that wild swine simply occupy habitat types where VSV is likely to be maintained.
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